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We studied active ileal iontransport invitro in piglets with acute diarrhea caused by transmissible gastroenteritis(TGE)virus This invasive enteritis, similar to infantile human rotavirus enteritis, is thought to affect mainly upper bowel. In shortcircuited ileum, 40 hrs after infection when diarrheasevere,net ~a + and C1-flux decreased under basal conditions,failed to respond to glucose 30 mM. Virus antigen was detected by imnune fluorescence in jejunum but also inileal epitheliumat 12 and 18 hrs; shed by 24 hrs and did not reappear. At 40 hrs, in ileum, villi shortened, crypts deepened, cell transit accelerated and enzymes of villus cells resembled normal crypt cells(1thymidine kinase(TK),isucrase(S) and 1Na-K-ATPase). We conclude that ion transport in ileum,as in jejunum can bedisturbed inviral enteritis,that these abnormalities result from viral invasion of the ileum, associated not with direct viral damage but with impaired enterocyte differentiation. Events in ileum, a consequence of direct infection probably not of reinfection by virus shed from proximal regions,-are-important determinants of viral diarrhea.
I(&se)
I bas. gluc. Ivilli cryGsl ( h r ) f T~/ m g~/ g~~~a s e / g I T h i r t y newborns were d i v i d e d i n t o 3 groups o f 10 each: Gp. A w e l l , non-jaundiced, Gp. B jaundiced b u t n o t under phototherapy, Gp. C phototherapy f o r h y p e r b i l i r u b i n e m i a . Each i n f a n t was assigned randomly e i t h e r cow's m i l k formula o r a soy m i l k formul ( l a c t o s e -f r e e ) . therapy. ~i r i h wts. ranged from 2120 t o 3870 gm (mean '3280 gm) Only i n f a n t s w i t h p h y s i o l o g i c j a u n d i c e were included.
Group A i n f a n t s had notmal s t o o l s , normal LTT, as d i d i n f a n t s i n Group 0. I n Gp. C, i n f a n t s on cow's m i l k f e e d i n g had abnormal LTT, lowered s t o o l pH and 3-4+ reducing substances, l o o s e dark s t o o l s . Those i n Gp. C on soy m i l k f e e d i n g had equivocal LTT, s t o o l s normal i n c o l o r , consistency, pH, and no reducinq sub--. stances.
We conclude t h a t h y p e r b i l i r u b i n e m i a i t s e l f does n o t a f f e c t l a c t a s e a c t i v i t y i n t h e small i n t e s t i n e , b u t t h a t phototherapy does cause l a c t a s e d e f i c i e n c y , e i t h e r d i r e c t l y by r a d i a t i o n , o r by t h e presence o f b i l i r u b i n photoproducts o r isomers. The use o f a soy m i l k formula, c o n t a i n i n g sucrose r a t h e r than l a c t o s e , does n o t a l t e r l a c t a s e a c t i v i t y s i g n i f i c a n t l y , b u t does c o r r e c t CHO d i g e s t i o n by s u b s t i t u t i n g sucrose, whose i n t e s t i n a l enzyme i s u n a f f e c t e d by phototherapy. (ART) . GER was demonstrated by x-ray and/or ART in 11 of these 15 subjects (73%). Of those with GER 10111 had occult blood in stool or emesis in the preceding year; 3/11 were anemic (Hg<ll.Sg%). Six had hiatal hernia. Five were said to be inducing emesis. Seven of 11 had resting lower esophageal sphincter pressure (LESP)< 15mmHg, abnormal esophageal peristalsis and endoscopically demonstrated esophagitis. In the 4 patients with LESP> 15mmHg, no esophagitia or abnormal peristalsis was present. The 11 patients with GERdi not differ from the non-vomiting residents with respect to age (14.5 vs 13.9 yrs), incidence of seizures, spasticity or abilit~ to walk. GER patients had significantly lower mental age (6.4 vr 16.6 mos) and higher incidence of kyphoscoliosis (54 vs 23%). Onset of vomiting was after age 2 years in 9 of the 11 patients.
GER associated with a high incidence of hiatus hernia and esophagitisiscommon among retarded children who vomit. Vomiting appears later in life than in normal children with GER. Anatomic abnormalities accompanying kyphoscoliosis may contribute to the development of GER. Anorexia has been indicted qualitatively for the poor calorie intake commonly observed in children with ESRD. The contributing factors and the pathophysiology have not been clearly defined. Taste thresholds for salt(NaCl), sour(HCl), sweet(sucrose), and itter (urea) were quantitatively determined in 14 patients (age! 8-18 years) on chronic hernodialysis and compared with 21 normal I ontrols (ages 8-18 yrs). Detection thresholds for one or more 473 astants were elevated >2 S.D. above the normal mean in 12 of 14 atients pre-dialysis, while recognition thresholds were high normal in 5 following dialand HC1 were the most freent; of the 9 with elevated recognition thresholds, all were normal to either sucrose or HC1 while 5 were abnormal to both. etection for NaCl was elevated in 6 while recognition was high n only 3. Urea recognition was increased in only one patient. aloric intake was >loth percentile for age in 7 of the 14 paients compared to 3 of 9 with altered taste recognition. All atients with altered detection or recognition for both sucrose d HC1 had caloric intakes <loth percentile. Plasma zinc levels ere low in only two, both of whom had abnormalities of taste.
Hypoqeusia appears to be common in ESRD and may contribute to he anorexia characteristic of these children. Further underspecific alterations in dietary therapy which may alleviate some of this disability. 
ALTERED TASTE ACUITY IN CHILDREN WITH END-STAGE R~N A L~

DISEASE(ESRD
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ASDS is a clinical syndrome characterized by frequent, watery stools, rapid onset of dehydration, and lack of response to diet ary restriction. The stools are mainly yellowish water and are produced almost continuously. Stool electrolytes show sodium above 70 mEq/L, chloride above 60 mEq/L, and potassium below 30 mEq/L. Diarrhea responsive to dietary restriction usually has sodium, potassium and chloride under 40 mEq/L. Stool volumes in ASDA are over 60 cc/kg/day leading to rapid onset of dehydration, hyponatremia, and shock. Treatment with exclusively I.V. fluids for as long as 8 days has no effect on fecal loss es in ASDS. In 1977, 28 cases of ASDS were recognized at Texas Children's Hospital. Oral colistin was of no value in ASDS. Parenteral aminoglycoside therapy was associated with recovery of n o m l stool patterns in 4 to 5 days. Oral gentamicin was associated with recovery of normal consistency, frequency, and electrolyte concentrations in 24 to 36 hours. Thus, ASDS is characterized by cholera-like stooling, dehydration during the first days of illness, and an elevated stool sodium. This syndrome responds rapidly to oral gentamicin therapy.
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